Inflammation in juvenile idiopathic arthritis.
Inflammation in JIA results from the interaction of myeloid, lymphoid, and stromal cells, cartilage destruction, bone erosion, and debility. These cells and the mediators they release cause cartilage destruction, bone erosion, and debility. Neutrophils are thought to mediate much of the actual destruction within a joint; however, many cases of JIA are not associated with boney erosions, but there is significant inflammation caused by the cellular infiltrate and the proliferation of synoviocytes. NSAIDs address many of the non-cell-dependent aspects of inflammation. Disease-modifying drugs are required for resistant or progressive disease. These agents are effective in modifying the cellular interactions that perpetuate inflammation. In particular, TNFalpha inhibitors impair cell migration into the joint and reduce macrophage functions.